Distal limb muscle wasting, particularly in the hands, has been described after profound hypoglycaemia due to hyperinsulinism (Silfverskiold, 1946; Mulder et al., 1956 ). As some cases have shown a glove and stocking sensory loss and loss of ankle jerks, it has been argued that the clinical picture is due to a peripheral neuropathy. Electrophysiological support for this was found in a single case studied by Lambert et al. (1960) . During recovery, a population of fibres in an ulnar nerve was shown to have a high threshold to electrical stimulation and slow conduction velocity. Few cases have been studied electrophysiologically, however.
Other evidence suggests that a spinal cord lesion may be responsible for the amyotrophy in the hands. A patient studied pathologically by Tom and Richardson (1951) showed evidence of neuronophagia in the ventral horns in the cervical enlargement, and peripheral nerve changes were considered secondary. Another case that came to necropsy showed similar changes (Moersch and Kernohan, 1938) , and experimental hypoglycaemia was found to produce ventral horn changes in the spinal cord of the cat (Winkelman and Moore, 1940 Re-examination of limb muscles revealed residual wasting of ulnar innervated muscles particularly in the right hand. There was no longer evidence of wasting of the thenar eminence on either side (Fig. 2) . There was no weakness except of the intrinsic hand muscles supplied by the ulnar nerve (MRC 4+), just detectable weakness of dorsiflexion of the right foot and of the toes of both feet.
The tendon reflexes were all brisk except for the ankle jerks which were normal. The plantar reflexes were flexor. There was no sensory loss to any modality.
ELECTROMYOGRAPHY The studies at the first examination provided evidence of denervation of small hand muscles and of distal muscles in the leg. The nerve conduction studies showed no evidence of a generalized neuropathy, however. The reduced right ulnar nerve motor conduction velocity with reduced ulnar nerve sensory action potential suggested the presence of a superadded ulnar nerve lesion. The amplitude of the lateral popliteal nerve evoked action potential was also small but as the foot was oedematous supramaximal stimulation may not have been achieved. At follow-up there was evidence of reinnervation with near normal or normal EMG interference patterns and motor unit action potentials of large amplitude (over 5 mV) ( Table 1 ). Motor nerve conduction velocity had increased slightly in some nerves ( (Mulder et al., 1956; Rosner and Elstad, 1962) . Most cases have developed amyotrophy after the insulinoma has produced profound hypoglycaemia that has manifested itself by attacks of confusion or by coma (Lidz et al., 1949) . Many have had paraesthesiae but few have had any sensory loss (Mulder et al., 1956 (Lambert et al., 1960) showed no abnormality of motor nerve conduction when studied acutely. Two years later, when restudied, surface records from abductor digiti minimi revealed evidence of regeneration of nerve fibres in the ulnar nerve after peripheral damage. The vulnerability of the ulnar nerve to trauma raises the possibility that its damage was not directly due to hypoglycaemia, though Lambert did also report that there were similar changes in the median nerve though no details were given. The present patient appears to have had a coincidental ulnar nerve lesion over and above the more diffuse changes. Danta (1969) 
